20 degenerate cysts lined by a rim of normal thyroid tissue. No other thyroid tissue could be seen in the neck. Six weeks postoperatively she developed symptomatic hypothyroidism (serum thyroxine 28 nmol/l, T3 uptake 125%, serum TSH 91.7 pu/ml). She has since been maintained euthyroid on thyroxine 0.2 mg daily.
pu/ml). She has since been maintained euthyroid on thyroxine 0.2 mg daily.
Comment
Thyroid tissue in this patient was represented solely by a 4 cm diameter gland in a very unusual position, higher than normal and laterally placed over the left lateral wing of the thyroid cartilage. Similar ectopic thyroids have been described only in nongoitrous hypothyroid children (Nieman et al. 1961 FranCaise. Karger, Basel & New York; 1, 89 Acromegaly and Pituitary Apoplexy P E Belchetz-MB MRCP and A Stuart Mason MD FRCP (The London Hospital, London El) Mr J B, aged 37 History: Had noticed prognathism and increase in shoe size from 1962 to 1968, tingling in fingers for several years, but no loss of libido or muscular strength. On 13.9.71 vomiting and pyrexia began suddenly, followed over the next five days by worsening headache and diarrhoea, vomiting and hiccups. Admitted on 19.9.71 to a local hospital where glandular fever encephalitis was diagnosed, his acromegalic facies being noted. Investigations revealed hyponatrmmia, low 17-ketosteroids and PBI, raised alkaline phosphatase and an enlarged pituitary fossa. He was discharged after two weeks but readmitted on 8.10.71 following an episode of confusion with spontaneous recovery but persistent lethargy.
On 8.11.71 he was admitted to The London Hospital for reinvestigation. Examination suggested inactive acromegalyblood pressure 150/85, with normal visual fields, fundi and CNS.
Investigations: Blood urea 38 mg/100 ml; electrolytes normal; plasma calcium 9.3, phosphorus 4.1 mg/100 ml; urinary calcium 78 and 98 mg/ 24 h. PBI 6.0 and 7.3 ug/100 ml. "3I1 thyroid uptake at 24 h 32%. Thyrotrophin-releasing hormone test (200 ,ug TRH i.v.) showed a subnormal TSH response: 0 min, 0.8 ,uu/ml (normal); 20 min, 2.5 Muu/ml (subnormal); 60 min, 1.9 Muu/ml (subnormal) . Plasma cortisol: mid- night, 5 and 6 ,ug/100 ml; 9.30 a.m. 7 and 8 [kg/100 ml, with normal responses in an ACTH stimulation test. Oral glucose tolerance test: fasting glucose 82 rising to 120, falling to 41 mg/ 100 ml at 90 min; growth hormone levels remained between 8 and 9 ng/ml. Insulin tolerance test (soluble insulin 0.1 iu/kg): blood sugar trough 15 mg/100 ml with hypoglycwmia unresponsiveness, peak growth hormone 7 ng/ml, peak cortisol 9 ,ug/l00 ml. Water deprivation test normal. Bilateral median nerve conduction impairment. Skull X-ray: considerable enlargement of sella turcica with double floor. Marked acromegalic changes in vault and jaw.
Pituitary apoplexy commonly presents as a neurosurgical emergency requiring prompt decompression of the pituitary fossa under corticosteroid cover (Epstein et al. 1971) . Spontaneous recovery has been reported even with reossification of the pituitary fossa (Krueger et al. 1960 ). The first reported case of pituitary apoplexy in an acromegalic was in 1905 (Bleibtreu 1905 ) and the early literature contained a predominance of acromegalics (Brougham et al. 1950) . A larger survey of the literature including many more recent cases indicates a predominance of chromophobe adenomas (Wright et al. 1965 ).
